Animals should increase their present reproductive output if their chances for future reproduction are low. However, an animal's ability to make this adjustment may be constrained by the physiological mechanisms mediating the response. To examine this hypothesis, I infected 2-and 5-week-old female crickets, Acheta domesticus, with either a pathogen (the bacterium Serratia marcescens) that induces antimicrobial immune responses, or a parasite (larvae of the parasitoid fly Ormia ochracea) that induces an encapsulation immune response. Females of both age groups infected with bacteria laid more eggs the day after injection than did saline-injected crickets. A similar increase was elicited by injecting components of the bacterial cell wall (lipopolysaccharides). The bacteria-induced increase in egg laying (1) was not the result of physical stress, (2) did not appear to be a nonspecific response to the infection, and (3) was probably not mediated by octopamine. Females did not increase egg laying when infested with O. ochracea, even though this parasitoid invariably kills its host. Injections of Sephadex beads, which induced an immune response similar to that created by the parasitoids, also had no effect on egg laying. These results are consistent with the hypotheses that crickets can increase egg laying in response to infection and that increased egg output correlates with the activation of some, but not all, immune responses.
Parasites and pathogens can cause catastrophic declines in an animal's reproductive fitness (e.g. parasitic castration, Brown & Reed 1997) . Therefore, natural selection should strongly favour behaviours that prevent infection and/or that minimize its effects on fitness (Minchella 1985; Hart 1988) . For example, snails infected with parasites increase their reproductive output, thus reducing the fitness costs of serious illness (Minchella 1985; De Jong-Brink 1995) . In iteroparous animals, placing all of an individual's resources into the present bout of reproduction is usually selected against because it diminishes future reproduction, and thus lifetime fecundity (Williams 1966; Minchella & Loverde 1981) . If the probability of future reproduction declines, however, because of age or illness, it would be adaptive for an animal to increase its reproductive output at the expense of survival (Minchella 1985; Forbes 1993; Sorci et al. 1996) .
Although this seems logical, few examples support this hypothesis. Snails, Biomphalaria glabrata, infected with the trematode Schistosoma mansoni lay more eggs prior to parasitic castration than do uninfected snails, suggesting that the host increases reproduction in response to infection (Minchella & Loverde 1981) . Oppliger et al. (1997) found that female great tits, Parus major, lay more eggs when infected with malarial parasites, although another study on the same species found that parasitized birds did not have larger clutches (Allander & Bennett 1995) . The reproductive output of the common lizard, Lacerta vivipara, is positively correlated with the number of hematozoans in the blood (Sorci et al. 1996) . However, this study did not manipulate parasite levels, and the authors were unable to determine whether higher parasite levels were caused by increased reproductive effort (shown to increase parasitic levels by Richner et al. 1995) , or whether increased reproductive effort was an adaptive response of the host to the presence of the parasites.
Many of the animal systems in which this question is currently being addressed are complex. Subjects have multiple breeding seasons, display parental care, and are often infected by chronic, nonlethal parasites and pathogens. Although longevity can be reduced by these chronic conditions (Richner et al. 1995) , it is unclear what the animal's best reproductive strategy will be in these cases (e.g. Forbes 1993; but see Perrin & Christe 1996) .
To determine whether, and under what conditions, animals increase their reproductive output in response to
